SUMMARY Fatal haemopericardium occurred in a 14-year-old boy after rupture of a pulmonary artery aneurysm. Persistent ductus arteriosus with severe pulmonary hypertension was confirmed by cardiac catheterisation when he was 4 weeks old. Attempted closure of the ductus at 4 years had not been possible because of apparent high pulmonary resistance. Exercise tolerance had been good enough to permit competitive horse riding up to the day ofdeath. Light and electron microscopy showed widespread cystic medionecrosis of the elastic pulmonary arteries.
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Case report
This boy was born at term, weighing 3235 g, to a 27-year-old woman. She had been in contact with rubella when two months pregnant. After delivery he was noted to be mildly cyanosed with only the right upper quadrant of the body being pink. During the first day the left upper quadrant also became pink. Initially his general condition was good but within a week feeding had deteriorated. By the age of 10 days there was evidence of heart failure in the form of hepatic enlargement and dyspnoea, but digitalisation, low-sodium diet, and oxygen led to some improvement. At 4 weeks, a pansystolic murmur maximal in the second and third left intercostal spaces was audible with a diastolic component. Chest x-ray film showed cardiomegaly and an electrocardiogram suggested right ventricular dominance. Right heart catheterisation at this time (Table) showed severe pulmonary hypertension and biplane cineangiocardiography from the pulmonary trunk showed a persistent ductus arteriosus, though there was no evidence of left-to-right shunt on oximetry (Table) . The femoral pulses were barely palpable and retrograde aortography at 6 weeks suggested the possibility of a preductal coarctation, though the proximal to distal pressure drop was miniimal (Table) . Surgical intervention at this time was considered too risky.
During the next four years he had occasional chest infections, but after some delay gained weight and developed normally. He was able to run and Pulmonary and systemic pressures were almost equal and oximetry provided evidence of bidirectional shunting (Table) . Although angiocardiography was not repeated, the diagnosis was now considered to be persistent ductus arteriosus with severe pulmonary hypertension, without evidence of coarctation. In view of the poor prognosis without surgery an attempt was made to close the ductus. At thoracotomy the ductus (0 7 cm diameter) was clamped for 20 minutes. During this time the aortic pressure fell by 20 mmHg, the aortic and pulmonary artery pressures remained equal at 105 mmHg, and cyanosis occurred. O.i release of the clamp the aortic pressure rose to 125 mmHg and tissue oxygenation improved. These findings were considered consistent with a state of probably irreversible high pulmonary resistance and it was thought unreasonable to divide the ductus.
Subsequent development was unremarkable and an electrocardiogram and chest x-ray film taken when aged 11 is shown in Fig. 1 (Fig. 2b) . The tear started 0 5 cm above the pulmonary valve in an area of fusiform aneurysmal thinning 8 cm in length and 12 cm at its maximal circumference.
A persistent ductus arteriosus connected the main pulmonary artery and the descending aorta and measured 0-8 cm in diameter and 1 0 cm in length before fixation. The right and left ventricles were hypertrophied (140 and 310 g, respectively). The remainder of the heart and the aorta appeared normal, with no coarctation.
On light microscopy, the tunica media of the aneurysm contained numerous pools of acid mucopolysaccharide which stained positively with alcian blue and metachromatically with toluidine blue. There was widespread fragmentation (Fig. 2c) and loss of elastic tissue with an increase in collagen fibres. Electron microscopy ( Fig. 2d) confirmed these findings and pronounced vacuolisation of the medial smooth muscle cells was observed. Similar but less severe changes were seen in the remainder of the elastic pulmonary arteries, and in the smaller vessels the minimal branching of the elastic fibres suggested a persistence of fetal-type vasculature. ig. 2a Chest x-ray film (age 11) showing a prominent pulmonary artery. Fig. 2b The heart and major vessels at necropsy. a, aorta; b, pulmonary artery; c, persistent ductus arteriosus; d, site of rupture; e, right ventricle. 
